treated with topical steroids, emollients, and oral antihistamines and followed up after 10 days. The lesions worsened and increased in extent with newer lesions developing over the face and arms. Clinical examination revealed erythematous papulovesicles and tumid plaques scattered over the arms, legs, trunk, and face [ Figures 1-3 ]. Few lesions showed superficial erosions with serous exudate and crusting; a biopsy was considered from the papulovesicles as the lesions did not show any sign of improvement with topical steroids.
Histopathology revealed superficial and deep perivascular lymphohistiocytic infiltrate with mild spongiosis. Some of the cells in the epidermis and upper dermis appeared large with irregular as well as occasional reniform nucleus suggestive of prominent LC [ Figure 4 ]. Mild amount of mucin deposition was noted in the upper dermis. The histopathology was reported to be consistent with LC histiocytosis Sir, Atopic dermatitis is a chronic inflammatory inherited pruritic condition of the skin marked by recurrent flares and remissions. It is clinically characterized by xerosis, inflammation, scaling, erythema, sometimes oozing, and lichenification. Although the exact pathophysiology of atopic dermatitis is unknown an impairment in the barrier function of the skin, the role of autoallergens, dendritic cells, T-cells and Staphylococcus aureus have been implicated. We herein report a case of insect bite reaction in an atopic child who was misdiagnosed as a case of Langerhans cell (LC) histiocytosis based on histopathology and also emphasize the fact that LC hyperplasia in the epidermis is a phenomenon in atopic dermatitis.
A 9-month-old male child with a history of atopy presented with itchy erythematous lesions, discrete to grouped at places, scattered over the body predominantly on the exposed areas. The child was
Papular urticaria or Langerhan's cell histiocytosis:
Look and think before labeling! upper dermis is a known phenomenon which happens due to the alteration of immunity.
The histologic picture is nonspecific characterized by spongiosis with parakeratosis in the epidermis and upper dermal edema and vascular dilatation. Literature reports that there is an increased number of immunoglobulin E bearing LC in the epidermis. [4, 5] In our case also, there was a proliferation of LC only in the epidermis which was mistaken as a feature of LC histiocytosis. However, as immunohistochemistry did not reveal any dermal component of LC, it was concluded that hyperplasia of LC in the epidermis was due to the underlying atopic dermatitis.
We report this case to highlight the fact that epidermal hyperplasia of LC is known to occur in atopic dermatitis, and, therefore, histopathology showing the same should not be mistaken as a case of LC histiocytosis in the absence of a dermal component of LC which can be confirmed with immunohistochemistry. and immunohistochemistry was requested for the confirmation of the same. CD1a and S100 highlighted the scattered LC in the epidermis whereas it was negative for dermis.
It was thus concluded that the prominent LCs seen in histopathology were most likely associated with atopic dermatitis, and the absence of a dermal component did not support the diagnosis of LC histiocytosis.
Atopic dermatitis although clinically described in 1935 has an elusive pathophysiology. The atopic trinity is characterized by barrier dysfunction, allergy, and pruritus. The role of dendritic cells has been studied extensively in atopic dermatitis. Wollenberg et al. described that in the lesional skin plasmacytoid dendritic cells are almost absent whereas LCs and inflammatory dendritic epidermal cells (IDECs) are present. [1, 2] LC and IDEC play an important role in the uptake and presentation of allergens to Th1/ Th2 cells and possibly also to regulatory T-cells. LC produces interleukin-16 that specifically recruits CD4 T-cells. [3] A proliferation of LCs in the epidermis and
